Family hisiory: The patient's mother has severe seropositive erosive rheumatoid arthritis but no abnormal radiological calcification is seen.
As the patient has no children or siblings, the hands of 5 of her maternal first cousins were examined with the mammographic technique, and in 2 there was evidence of minor calcific deposits in the finger-joints; one of these also showed calcification in the dorsal intervertebral discs. All relatives examined were asymptomatic (Fig 2) .
Comment
It is now well established that soft-tissue calcification, with acute inflammation at the site of calcification, may occur in patients with renal insufficiency, who are undergoing maintenance h,Tmodialysis (Moskowitz et al. 1969) .
The calcific material in these cases has been identified as hydroxyapatite (McCarty & Gatter 1966) . Furthermore, the response to coichicine of the acute episodes in the majority of such patients is well documented (Thompson et al. 1968 ). In our patient, however, no abnormality of renal function could be demonstrated.
In 1966 Pinals & Short described 4 patients, not related to each other, who suffered acute attacks of calcific periarthritis at multiple sites. Laboratory investigations in all patients were normal. In 1954, Sharp reported a family, several members of which displayed an unusual type of calcification of joint structures and arteries, calcification and ossification of ligaments and juxtaarticular and periosteal new bone formation. However, in our patient the striking vascular calcification and new bone formation were absent.
There appears to be a familial element in this condition, which has not been hitherto described in the literature. Mrs M T, aged 55 History: In December 1965 she started having intermittent attacks of pain and swelling in the right parotid region. These attacks, which were precipitated by meals, were of variable duration (a few hours to three days) and frequency (usually 1-2 per month). When seen elsewhere in early 1966, examination and sialography of the right parotid gland were normal. A dilatation of the parotid duct orifice was performed but her symptoms were not relieved and on occasions the pain was so severe that it prevented her from eating or drinking. In addition there was a periodic discharge of foul-tasting fluid into the mouth. In 1970 the suggestion was made that a retained upper right first molar root fragment was the cause of her symptoms and this was removed. Her symptoms were, however, unchanged. In August 1971 she was referred to The Middlesex Hospital and when examined the right parotid gland was not swollen but there was induration palpable at the duct orifice. Plain films of the parotid region (lateral and anteroposterior) were normal, but an intraoral film of the parotid duct showed a calculus (Fig 1) . Sialography demonstrated marked dilatation of the ducts. There was no evidence of any abnormality in her calcium metabolism. In November 1971 a parotid duct stomaplasty was performed: the calculus was not seen but it was hoped that it would pass spontaneously. This hope did not materialize and a further stomaplasty and attempt to deliver the calculus was made in March 1972. This again failed as the calculus had slipped backwards towards the gland. On the second postoperative day, however, the calculus was palpable at the duct orifice. Surface anesthesia with lignocaine allowed a 6 mm long, irregular calculus (Fig 2) to be extracted from the duct with forceps. The calculus was analysed and shown to consist of calcium phosphate and oxalate. Since that time she has been symptom free. A sialogram performed in July 1972 was normal.
Discussion
This patient provides a good illustration of the difficulty there may be in establishing the diagnosis of parotid duct calculus. This condition occurs more commonly than is generally thought. In a series of 35 patients with recurrent symptoms of pain and swelling in one parotid gland 15 (43 %) had calculi (Thomson & Hobsley, in preparation). The essential steps in making the diagnosis are: (1) History: The symptoms of pain and swelling usually begin with a meal but unlike submandibular sialolithiasis the symptoms tend not to subside at the end of a meal and may last several hours or days (Patey 1965) . Frequently the end of an attack is heralded by a gush of saliva into the mouth. A calculus may rarely ulcerate through the duct into the mouth or into the cheek, resulting in an abscess.
(2) Examination: Examination of the gland and duct externally frequently reveals no abnormality. However, a stone at the distal end of the duct is usually palpable within the mouth.
(3) Radiological investigation: Lateral and anteroposterior plain films are only of occasional use as the teeth and facial bones will obscure a calculus. However, the intraoral view of the parotid duct will demonstrate a radioopaque calculus in the distal duct (Hobsley 1970) . Sialography will show dilated ducts and occasionally a radiolucent calculus.
The treatment depends on the position of the calculus. If it is at the distal end of the duct, enlargement of the orifice (the narrowest part of the duct) either by a dilatation or stomaplasty (Patey 1969) will usually allow the calculus to be delivered into the mouth or to pass spontaneously at a later time. Presumably the reason this calculus did not subsequently pass spontaneously was its irregular outline. If th, calculus is near the gland then superficial conservative parotidectomy with removal of as much of the duct as possible is the only effective treatment (Patey 1970) .
The etiology of parotid calculi is unknown, but as they are not a feature of hypercalcmia it is presumed to be a local disorder of the gland (Patey 1971) . Most calculi are composed of calcium phosphate and oxalate but a unique case of a uric acid calculus has been reported (Blatt et al. 1958 Relief was associated with the passage of flatus and sometimes diarrhoea. The bowel habit was otherwise normal. The attacks occurred in episodes lasting several months followed by several months' freedom. He had lost about 12.5 kg. He had had an appendicectomy fourteen years before, followed three months later by a further laparotomy for intestinal obstruction due to adhesions. On examination: He was a fit young man with no abnormal physical signs. Sigmoidoscopy to 23 cm and a rectosigmoid mucosal biopsy were both normal. Hb 15.2 g/100 ml; total white cell count 5000/mm3. Barium enema normal.
In view of his previous operations, and the persistent episodes of apparent partial bowel obstruction for which there was no obvious cause a laparotomy was advised.
Operatipn I (August 1970): The abdomen was opened by excising the previous right paramedian scar. A papilliferous lesion about 3 cm long was found on the antimesenteric border of the ileum
